patient had a normal rectal mucosa with bloody motions; thus, there was sufficient confidence in making a diagnosis to perform laparotomy, although diverticulitis or intussusception could not be excluded.
Preoperative mesenteric angiography is commonly advocated but considering the significant number of false normal results obtained, we felt this difficult and unreliable procedure would waste valuable time.
At operation it is frequently impossible to tell whether the bowel will be viable after restoration of blood supply. No upper time limit from the onset of symptoms can be set beyond which recovery is impossible. The relevant factors are the state of the collateral vessels, of the small vessels of the bowel wall and of the general circulation. Shaw & Glotzer (1966) and Marston (1971) suggested routine exploration of the abdomen twenty-four hours after embolectomy to look for damaged bowel. We took the risk of not doing this.
The role of oral anticoagulants in preventing thrombosis on the damaged arterial wall is disputed, but there is general agreement that they are useful in preventing new thrombus forming in the left atrium. As this is the likely source of embolus in our patient, warfarin is being continued indefinitely.
In (Fig 1) showed predominantly a wandering atrial pacemaker at varying rate, occasional aberrant conduction and, once, a brief run of atrial fibrillation. Dr D M Krikler pointed out that in this pattern, known as 'chaotic atrial rhythm', systemic emboli do not appear to have been reported previously. Mr T S, aged 46. Electronic engineer History: Admitted 24.8.71 with a history of nine days cough, non-purulent sputum and haemoptysis. Three months earlier while in Eire bilateral basal pneumonia had been diagnosed; chest X-ray at that time showed a raised right hemidiaphragm. Since then he had continued to complain of pain in the right shoulder with slight exertional dyspncea. In 1947, while in Malaya, he had had dysentery which was thought to be of amoebic origin and treated accordingly. Since then he has been troubled with frequent loose motions occasionally mixed with blood. In 1949, in the course of investigation for dysentery, a rectal E -l s -°'~~~~~~~~~~~~~~~~~~~~~~.. ....... tumour was discovered and proved to be a simple adenoma on histological examination. No improvement was achieved by surgical removal. On examination: Ill and pale with Grade I finger clubbing. Temperature 38.3°C. Right lower chest showed restricted movement with respiration, dullness to percussion and diminished breath sounds with bilateral scattered wheezing. Nothing abnormal was palpable in the abdomen but the percussion note was reduced 5 cm below the right costal margin. Investigations: Hb 10.2 g/100 ml, WBC 12 900/ mm3, neutrophils 90%, ESR 123 mm in the first hour (Westergren), serum albumin 2.5 and globulin 4.5 g/100 ml, alkaline phosphatase 13 K-A units, SGOT 20 units/ml, serum folate 2.4 ng/ml and vitamin B12 520 pg/ml. Repeated stool and sputum examination negative for Entamaba histolytica. Amoebic CFT strong positive (1/80 or more); fluorescent antibody test (FAT) strong positive. Chest X-ray (Fig 1) of high right hemidiaphragm and bronchography (Figs 2, 3) showed right basal bronchiectatic bronchi opening into a large cavity and left basal bronchiectasis. Barium enema and barium meal did not reveal any intrinsic pathology but the colon was displaced downward. Radioactive scanning showed displacement of the liver downwards and to the left with concavity of its upper surface. Management: During these investigations the patient began to deteriorate rapidly. Treatment with metronidazole 400 mg three times daily was started but further deterioration took place with a further rise in the right diaphragm. brown pus were obtained. No Entamwba histolytica were isolated and no pathogenic organisms were grown on culture. Immediate symptomatic improvement occurred but a fistula draining bile and air under pressure showed no signs of closing with underwater seal.
Operation II (27.10.71) : Right thoracotamy (Mr E Hoffman) revealed a large abscess cavity lined by necrotic lung and liver tissues with numerous medium sized bronchi opening into it; the diaphragm was severely damaged. The lung and liver were oversewn and an attempt was made to repair the diaphragm. 
Right obliqiue view
Progress: The bronchobiliary fistula persisted for some time but there was further symptomatic improvement. The patient continued to improve and six months later was 12.5 kg heavier in weight. Investigations (2.5.72) showed considerable improvement: Hb 16.8 g/100 ml, ESR 6 mm in the first hour (Westergren), serum albumin 3.7 and globulin 3.3 g/100 ml. Amoebic FAT remained strong positive and CFT positive to 1/80. Bronchography showed bronchiectasis (Fig 4) .
Discussion
Amoebic liver disease is recognized as the most common extra-intestinal complication of amoebiasis (Achaval et al. 1965) . Amoebic hepatic abscess may develop a few days or up to thirty years following intestinal ameebiasis (Ramachandran et al. 1972) . We failed to isolate Entamaba histolytica from the sputum, fmces or pus; however, this is not essential for the diagnosis of amoebic liver abscess. The organism was isolated from pus in only 1 out of 100 cases studied by Ramachandran et al. (1972) , although other authors gave higher figures, e.g. Ganesan & Palani (1971) who isolated the organism in 10 out of42 cases. Its identification in the sputum is often difficult (Hinshaw 1969) and in fices depends greatly on the presence of active intestinal amoebiasis.
Serological tests are now becoming more and more important in confirming the diagnosis of ameebic liver abscess. Healy & Cahill (1971) , employing the amoebic CFT, obtained about 98 % positivity in the sera from such cases. Jeanes (1970) , employing the more specific and sensitive FAT, obtained positive results in a titre of 1/32 in nearly all the sera from 101 patients with amoebiasis. None of the 244 normal subjects gave positive results in titres above 1/16. These results were substantiated by Yu & Loo (1970) . Hypochromic anwmia, highly raised ESR and hypoalbuminemia, all present initially in this patient, are recognized featurSs of amoebic hepatic abscess.
Pulmonary complications of ameebic liver abscess have long been recognized (Debakey & Ochsner 1951 , Mathew & Ananthachabi 1964 . This is most likely to happen when the hepatic abscess is located in the dome of the liver. This patient was shown to have basal bronchiectasis and it is quite possible that this has facilitated the extension of the liver abscess into the base of the right lung through the diaphragm.
